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WFFERE R OMEEE (Z30) @ It is thought that NF-kappaB activation is one of the important
signal transduction systems for inflammation-related carcinogenesis. We analyzed the
relationship between the NF-kappaB activation and gastrointestinal cancer development.
The activation was observed in many gastrointestinal cancers. Using in vitro culture
system and mouse model, NF-kappaB activation was an important malignant factor for gastric
and pancreatic cancers, suggesting that inhibition of NF-kappaB activity may become a

drug target.
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